In a patient with damage to the right occipital lobe and to the splenium of the corpus callosum, an incomplete colour anopia in the left upper quadrants and a colour anomia was found for the complete left visual hemifield beyond 20 eccentricity. The patient had no difficulty in recognising coloured targets when presented in the periphery of the left visual halffield and in the foveal region, but could not name them correctly. The results suggest that the lesion of the splenium of the corpus callosum disconnects the right visual cortex from the language areas of the left hemisphere, and the specific disturbance of colour naming is the consequence.
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Colour anomia may be a symptom of amnestic aphasia (anomia), a primary aphasic disorder arising from damage to the cortical structures directly subserving language function.' A second variety of colour anomia is very often accompanied by a right sided hemianopia and a dyslexia. The latter disturbance of colour naming has been attributed to an anatomical disconnexion between the visual cortex and the cerebral structures subserving language function. This kind of colour anomia is secondary to this disconnexion while language function remains intact.2 3 In these cited cases colour anomia was present in the remaining intact visual field. The Upon admission examination showed a pale patient with petechiae and generalised bruising. The spleen was slightly enlarged. The main laboratory findings were a hypochromatic anaemia, a thrombocytopenia (<3000/mm3) with giant platelets, a prolonged bleeding time, a reduced maximal thrombus-elasticity, a pathological prothombin-consumption-test and an increased number of megakaryocytes in the sternal marrow.
On the basis of these findings idiopathic thrombocytopenic purpura (chronic-continuous type) was diagnosed. The Colour fields were also determined using the Tubinger perimeter. The patient's task was to press a button whenever she could identify the coloured target. In addition to the colour tests with the perimeter, the Farnsworth-Munsell 100-hue test was used.7 Furthermore, a slide with 60 different coloured written colour names (for example, "blue" written in red letters) was presented and the patient was asked to name the colour of the words and-in a second session-to read the words.
Object naming in the visual field In order to test object recognition and the naming of objects, symlbols (circle, triangle etc) and figures of objects (a house, an apple etc) were presented tachistoscopically (exposure duration: 100 ms) in the left and right visual hemifield. The patient's task was to identify the presented figures by naming them. Reading in the left and right hemifield Letters and words of appropriate size (for visual acuity beyond 20 eccentricity) were presented tachistoscopically (exposure duration: 100 ms) in the left and right hemifield. The patient's task was to name the letters and to read the words.
Results
Perimetric data Fig 1 A shows Colour naming was found to be correct for the fovea and for the right hemifield.
In contrast to these observations, colour naming was clearly affected in the left hemifield. In the upper quadrant, the test was performed only up to 10°eccentricity, because the border of the colour field for "red" was at 120 eccentricity. When coloured targets were presented along the horizontal meridian, a gradual decrease of correct responses was obtained. "Green" was first affected (at 30 eccentricity), followed by "red" and "yellow." At 200 eccentricity, the percentage of correct responses dropped markedly also for "red" and "yellow." "Blue" was in all cases of incorrect response the substituted colour name. Blue targets were always called "blue" (cf table 2 (green. red and yellow) were mostly called as "blue," when they were named incorrectly. The patient was not aware of the consistent misnaming.
The performance on the Farnsworth-Munsell 100-hue test was diminished in all parts of the spectrum except for blue (fig 2) . The patient had no problems to assign the correct name to the colours in which words are written (for example.
"blue" when the term "red" was written in blue letters), or to read the word for a colour written in an another colour (for example. "green" when written in yellow or blue letters).
Object naming All presented figures (circle. triangle. square, house. apple. dog, faces) were identified and named correctly by the patient irrespective to whether they were presented in the left or right hemifield. Letter and word recognition The patient had no difficulty in recognising letters and words presented in either half-field.
Discussion
The main findings described in this report are (I) a partial loss of colour vision in the left upper
Colour anomia restricted to the left visuial hemifield after splenial disconnexion quadrant and a reduced performance on the Farnsworth-Munsell 100-hue test except for the blue part of the spectrum, and (2) 13 One may assume that the lesion of the splenium of the corpus callosum disconnects the areas involved in processing colours of the right visual cortex from the language areas of the left hemisphere. Colour anomia has not to be accompanied by an alexia, or an agnosia for visual objects, as our case indicates. This may be taken as evidence that a splenial disconnexion syndrome can be restricted to only one visual function (see also reference 14) .
It has been shown that the peristriate regions important for colour coding have their own callosal connections.' 15 16 If we suppose that fibres carrying colour information from the right prestriate cortex to the left hemisphere via the splenium of the corpus callosum are damaged, the isolated disturbance of naming colours in only the left hemifield would be the consequence of this splenial disconnexion. Colour anomia, therefore, should be considered as a single unitary disturbance. It is not clear, however, why this anomia did not occur in the complete left hemifield, but only beyond 20 eccentricity. Probably either the foveal region is represented bilaterally'7 18 or there is an overlap in the cortical representation of the visual field across the vertical axis. '9 20 It remains also unclear why performance in colour naming is better along the left horizontal meridian as compared with the upper and lower quadrants, as density of colourcoded cells or colour carrying fibres in relation to visual field regions (for example, the horizontal meridian) has not been clarified.
In conclusion the results presented here support the notion of splenial disconnexion of colour naming from colour perception. The 
